Summary. The follicle plays a major role in the dual function of the ovary\p=m-\oocyte maturation and release and steroidogenesis required for regulating its own growth and providing the proper environment in reproductive organs for the transport of gametes and nidation. Some aspects of how follicles attain their functional competence following a series of developmental changes are discussed. The presentation is based on data obtained mainly in rodents in which follicular development occurs postnatally.
The peak activity of follicular growth occurs during the 1st week of life, but not until the 5th day is follicular development clearly dependent upon gonadotrophin stimulation. The formation of the theca layer and zona pellucida, differentiation of the vascular system and competence to respond to gonadotrophins are acquired during the 2nd week. FSH alone is primarily responsible for granulosa cell proliferation and the integrity of the granulosa cell membrane, but has little differential effect on steroidogenic enzymes. Synergism of FSH and LH promotes an enrichment of the theca layer, enhancement of vascular development and antrum formation, and induces a marked differential stimulation of 20\g=a\-hydroxysteroiddehydrogenase, aromatizing and cholesterol side-chain cleavage systems.
The number of gonadotrophin receptors on granulosa and theca cells increases with follicular development. Steroids (Witschi, 1963 (Pedersen, 1969) and the speed with which follicles grow (Pedersen, 1972 (Krarup et al, 1969) . Oocytes leaving the ovary through the surface epithelium, which occurs mainly during the first week of life, seems to be the most common mechanism to reduce the pool of non-growing follicles (Byskov & Rasmussen, 1973) . The other factor regulating the initiation of follicular growth is the degeneration of large follicles which apparently release a substance that restrains initiation of follicular development (Peters et al, 1973) . Here again, with advancing age, the increased number of degenerating follicles gradually reduces initiation of follicular growth.
Dependence of normal follicular development upon gonadotrophic stimula¬ tion, though indicative on the 5th day of life, becomes unquestionable from Day 7 onwards. This has been shown in experiments in which deprivation of endogenous gonadotrophins is achieved by means of daily antiserum ad¬ ministration continuously from birth . Only after 8 days of such treatment was a significant retardation in follicular development observed in ultrastructural studies (Stegner et al., 1970) , confirming earlier findings using light microscopy and analyses of differential counts of follicles (Schneider & Ben-Or, 1973) , are also acquired during the 2nd week of life. In the absence of circulating gonadotrophic hormones during the first 10-14 days of life, the development of thecal and granulosa cells is impaired: granulosa cell nuclei are irregular in shape rather than round, and the spaces between the granulosa cells disappear as do the spaces between the granulosa cells and oocyte Hardy et al, 1974) . The most striking structural change due to gonadotrophin deprivation, however, is observed in the zona pellucida, the width of which is diminished and becomes irregular, and the number of cell processes within the zona pellucida is markedly re¬ duced (Hardy et al, 1974) . These changes have been attributed to alterations in the structure (e.g. permeability) of the granulosa cell membrane. Substitu¬ tion with exogenous gonadotrophins after deprivation of the endogenous hormones has indicated that FSH seems primarily responsible for granulosa cell proliferation, and also plays a role in the preservation of the integrity of the granulosa cell membrane . Addition of LH to FSH, how¬ ever, promotes an enrichment of the thecal layer, an enhancement of vascular development and antrum formation .
Although proliferation of granulosa cells was significantly reduced as a consequence of gonadotrophin deprivation ( (Foote & Thibault, 1969) . Some data suggest that the action ofLH on ovum maturation is mediated by cyclic AMP (Tsafriri et al, 1972) and in¬ volves protein synthesis . Other evidence suggests that LH may act by stimulating granulosa cell glycolysis or steroidogenesis (Armstrong, 1970 (Reichert et al, 1968; Koch et al, 1973; Lipner et al, 1974) , that some LH activity is an intrinsic attribute of the FSH molecule, as a result perhaps of common amino acid sequences in the j8-subunits. (Channing & Kammerman, 1973 (Channing, 1970) . Thecal tissue of large follicles also binds more LH/HCG than adjacent small follicles, which may explain why the thecal tissue of large, but not small, follicles is the target for the ovulatory action of LH (Channing & Kammerman, 1974 
